Kounis and Zavras in 1991 described the acute coronary syndrome accompanied by allergic or asthmatic state. The Kounis syndrome (KS) involves the release of cytokines by mast cells producing coronary vasospasm, erosion or rupture of the atheromatous plaque. There are different types of presentations. In the literature, there are multiple factors and drugs that are described as triggers. The treatment is challenging, since any drug can lead to anaphylaxis, patients allergic to acetylsalicylic acid and who need ACTP and stenting it is important to early desensitization approved protocols to aspirin. If anaphylaxis is present It may be necessary to use IV steroids, antihistamines, IV or SL vasodilators, epinephrine, antiaggregants and anticoagulants. The diagnosis, special approaches such as thrombus aspiration for special thinsions (hematoxylin / eosin and Giemsa) should be considered. The current international guides of STEMI put on alert of "MINOCA", to emphasize its diagnosis and treatment. The Kounis Syndrome is an entity that is still poorly understood and poorly recognized. Its suspicion, diagnosis and treatment must be spread to all medical community, in the intention to reduce the morbidity and mortality of this population.
Summary
Kounis and Zavras in 1991 described SICA accompanied by allergic or asthmatic status. Kounis syndrome involves the release of cytokines by mast cells producing coronary vasospasm, erosion or rupture of the atheromatous plaque. There are different types of presentations. In the literature, there are more and more multiple factors and drugs that are described as triggers. The treatment is challenging, since any drug can lead to anaphylaxis, in patients allergic to acetylsalicylic acid and who need stent implantation, it is important to start aspirin desensitization early with approved protocols. When anaphylaxis occurs, the use of IV steroids, antihistamines, IV or SL vasodilators, epinephrine, antiplatelet agents and anticoagulants may be necessary. For its diagnosis, special considerations should be made such as thrombus aspiration to perform special tinsions, (hematoxylin / eosin and Giemsa). The current international IAM CEST guides put "MINOCA" on alert, thereby emphasizing their diagnosis and treatment. Kounis syndrome is an entity that is still poorly understood, and poorly recognized, its suspicion, diagnosis and treatment must be known to the medical community to reduce the morbidity and mortality of that population. great variations between countries, being greater where this entity is suspected. The possibility of suffering an allergic reaction in life is 1.6%, and of these the percentage that could develop KS is still not well established [4] . It is presented below an uncommon clinical entity in its typical presentation. The so-called "Allergic acute coronary syndrome" [2] [3] [4] . 
Case Report

Entity
The pathophysiology involves the mast cell activation trough inflammatory mediators such products of arachidonic acid, histamine, proteases, cytokines, chemokines, platelet activator factor, this activation began locally (stent) or in a systemic way. Currently it has been noticing that the mast cell itself can lead of enhance T cell activation and in that way proliferation of mast cells, these activate macrophages, and these activate T cells, leading to vicious circle. 4 Been in a hypersensitivity state lead to degranulation of mast cell, histamine can induce coronary spasm. The proteases tryptase, chymase, cathepsin-D can activate matrix metalloproteinases causing erosion or rupture of the fibrous cap [4] . Recently a new classification has been established, The KS now has become a bigger entity and the adequate typification need to be done correctly. The KS Type I includes patients with normal or nearly normal coronary arteries without predisposing factors for coronary artery disease in whom acute allergic attacks can induce ischemic or Myocardial infarction [2] [3] [4] . KS Type II includes patients with culprit but quiescent pre-existing atheromatous disease in whom the allergic state and the mast cell degranulation lead to coronary artery spasm, plaque erosion or rupture manifesting as acute myocardial infarction [4] . Recently a new type of KS was described, Type III presents as stent thrombosis in whom thrombus harvesting and staining with hematoxylin-eosin and Giemsa reveals the presence of eosinophils and mast cells in the specimen [4] [5] [6] [7] . This syndrome has been related to certain environmental exposures, insects and drugs of which there is a great variety (Table 1) . Analgesics and NSAI: aspirin, ibuprofen, dipyrone, diclofenac, naproxen.
Anesthetics and others agents: midazolam, alprazolam, etomidate, isoflurane, propofol, rocuronium, succinylcholine.
Anticoagulants: LMWH, UFH
Contrast agents: sodium indigotindisulfonato, loxagate, lohexone.
Glucocorticoids: betamethasone, hydrocortisone.
Others: insulin, enalapril, esmolol, protamine, allopurinol.
Asthma.
Fernand Widal Syndrome.
Food allergy
Intracoronary stenting
Mastocytosis.
Urticaria.
Churg-Strauss syndrome.
Latex Contact.
Grass Cutting.
Pets.
Dust.
Jellyfish sting
Poison ivy
Viper venom
The drugs mainly related to analgesics, antibiotics and contrast media [4] . The treatment of this entity is supposed to be challenging, since it can present up to anaphylaxis [1] [2] [3] [4] . Type I KS can be treated with rapid-acting IV corticosteroids (hydrocortisone 5 mg / kg / dose) and H1 IV antihistamines, IV or SL, vasodilators are safe as long as adequate arterial pressure is maintained, calcium channels blockers can stop vasospasm, as long as there is no contraindication for its use. The KS Type II, in addition to the a fore mentioned, must initiate the anti-platelet and anticoagulant treatment for STEMI. If a long lasting therapy is planned in an allergic patient to aspirin there is a safe protocol to desensitization, if the patient needs a primary PCI, the desensitization can be start after PCI, in a NSTEMI in who PCI is planned, the protocol begin before PCI using the ADAPTED protocol using a 330 min dead line to ensure desensitization [9] . [2] . In the variant of KS Type III, in addition to carrying out the acute coronary syndrome protocol, intrastent thrombus aspiration should be performed to ensure histological examination of the material aspirated for staining in search of eosinophils (hematoxylin / eosin) and mast cells (Giemsa) [6, 7, 11] .
Conclusion
As it has been reviewed in the literature, this particular syndrome must reach the knowledge of every physician related to these two "allergic and ischemic" entities, in order to increase their clinical recognition and ensure the best therapeutic option. Patients with an aspirin allergic history, who suffers from an acute coronary syndrome lead to PCI, should be considered and appropriately treated and desensitized.
